In 1983 Warren and Marshall reported unidentified curved bacilli in gastric antral biopsies from patients with chronic active gastritis and peptic ulcer disease.' This bacterium, first called Campylobacter pylori, has recently been renamed Helicobacter pylori. Since their report many studies have confirmed a close association between the presence of H pylori in the gastric mucosa, chronic active gastritis and gastric and duodenal ulcers.2 8 Detailed studies of the gastric mucosa in populations with a high risk of developing gastric carcinoma have described a series of lesions which may represent a continuum of change from normal to carcinoma,9 starting with chronic active gastritis which may progress to chronic atrophic gastritis with intestinal metaplasia and finally to dysplasia and gastric carcinoma." ' Based on these data, we speculated that there might be a relationship between H pylori and intestinal metaplasia in the gastric mucosa, thereby assuming that Helicobacter gastritis might evolve into intestinal metaplasia. Because both show a predilection for the gastric antrum2' '12 years to 65d1% in the age group 50 to 59 years, after which a decrease to 44-8% in the age group -80 years was observed (Table II) . When all patients were divided into the same two age groups -namely (i) <50 years and (ii) -50 years, H pylon was found significantly more often in patients -50 years ((i) 46-6%, (ii) 57-6%, p<005) (Table IV) (13 3) years, (ii) 71d1 years, 0-005<p<0-01). In conclusion, although our data do not prove a causal relationship between H pylori infection and the histogenesis of intestinal metaplasia, we suggest that H pylori plays an important role in the development of intestinal metaplasia in the gastric mucosa. Whether H pylori has to be present at all times during this process or is only necessary as a 'trigger', needs further research. 
